Sir, Amiodarone is the most commonly used drug in cardiac intensive care unit (ICU) for tachyarrhythmias. Elimination half-life of amiodarone is long and variable; potential for drug interaction exists even when drugs are administered after the discontinuation of amiodarone therapy. Amiodarone toxicity can be accentuated by drugs that interact with its metabolism and elimination such as fluconazole and other drugs. It carries arrhythmogenic potential including lifethreatening heart blocks and increased resistance to cardioversion. [1] [2] [3] Small children are more prone to adverse effects of amiodarone, particularly if they are in a hemodynamically compromised status, as is reported by Saharan et al. [4] Although, procainamide has been mooted as a superior alternative to amiodarone, when treating refractory supraventricular tachyarrhythmias by Chang et al., [5] their adverse effects remain the same. Amiodarone is still "the drug of choice" for arrhythmias in practice today.
We report a case of amiodarone toxicity in pediatric cardiac surgery. Figure 1 ]. The patient responded to intravenous (IV) amiodarone bolus (5 mg/kg), followed by maintenance dose (10 mg/kg/day), and reverted to sinus rhythm. Amiodarone was later continued orally. Routine blood culture grew Candida albicans, for which antifungal IV fluconazole 10 mg/kg/day was given as a single dose infused over 1 h and then continued orally. The child was extubated on the fifth POD, in sinus rhythm. Two-dimensional echocardiography showed improved ventricular function and inotropes were weaned off. On the ninth POD, while removing the internal jugular vein (IJV) line, there was a witnessed bradycardia and arrest needing cardiopulmonary resuscitation (CPR). This precipitous rhythm change was most probably vasovagal bradycardia, leading to AV dissociation with slow ventricular escape rate [ Figure 2 ] not responding to ventricular or AV sequential epicardial pacing [ Figure 3 ]. Circulation was maintained by cardiac massage for 45 min, by which time in response to emergency drugs adrenaline and atropine, the ventricular escape rhythm was stabilized at a higher rate of 100 beats/min. New epicardial pacing wires (both atrial and ventricular) were placed through a subxiphoid exploration, but proved to be ineffective. The child was back on the ventilator with femoral arterial and venous lines were reinserted and on inotropes: Adrenaline (0.05 mcg/kg/min) and Amiodarone toxicity: An underdiagnosed entity
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Letters to Editor isoprenaline (0.1 mcg/kg/min). In the next 48 h, there were several episodes of slow ventricular escape rhythm needing cardiac compressions, IV atropine, and adrenaline purge. After 48 h, the heart responded to epicardial AV sequential pacing. A week after stopping amiodarone (15th POD), it reverted to sinus rhythm and continued to be normal [ Figure 4 ].
In our case, we can clearly see the bradyarrhythmia not responding to epicardial pacing in a scenario where amiodarone and fluconazole have been used simultaneously for more than 1 week. We could not get an amiodarone blood level done as no laboratory was equipped to do so. IV pacing was not technically possible.
CONCLUSION
Amiodarone toxicity can result in AV dissociation and life threatening heart blocks refractory to pacing. One has to be cautious in infants when considering continued amiodarone therapy, and even more careful while starting other drugs that interact and prolong the action of amiodarone such as fluconazole in this case.
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